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fcfuSfc HOW matri* (ECM) In ™$S™X^2S5T ' 
£££ in most forms that 
human g»n«£MMnM ;• P""™- 8 " ^ffS^SStofcr?* KM 

mesanglal cells. M without 

chondroit n/dermatan sulfate proteoglycans ^'9^" « ' _ f ' teS ted had 

artering synthesis ^ «h« ^rtgP~ ^^jJSSK b* 
no effects. The unique effect of TGFB cm i ECM P™ 6 ^. - 10 otpri n r is found in 

Sroduciion is strikingly simulated ™° ?^ v ° and 
iest the hypothesis that growth factors (TGFO) regulates me proa 
accumulation of ECM In glomerular disease 

to block the action of TGFB on ECM produaion. 
2 - S^to further develop an animal model ol specific mesangial cell 

C LVu™SS 8 P Uh growth factor induced changes ,n 

d To'ldenliHhTpffion of growth factors oy cultured mesangial 
4 lel^and glome™ u^ng conditioned media in b,olog,cal and 

. ?o d S"h%% S r. y sence o. growth -actors in diseased glomeruU b, 
Northern analysis and in film hybridization. . 

TGFB effect. 

■ P^^^as^S'^le are designed to answer two re, ated questi ons 

S5SS -a^^So^r h 
factors? We will review background information pertinent to mesa m 

? UeS "°<5v S erview of the Retationshio o. Glomemlar tajw inj G£™« rasis: 
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hybridization. 0 ^es (64). « we find Increased 

analysis 10 study the expression , ^ig^can. r 
and tenasdn The "^A^^S e^eSon levels of 
RuoslahtTs laboratory.^ n ^ °,£ ated lo ^ 
fibronectin and tenasan will ^S^^^'rShaste will be on 

perhaps, tenasdn mRNA. p rodu dna TGFB-t. An important 

of ntmratfng cells as a source g! ' ojowUv taaora. 

several eipenrnenls <nf T ™|'-P'7J B , n f ma i model of .mesangial 
amelioraie the aaion o TGf Bin the _animai Heas 0 , 

injury. This includes: 1) ™ , h e RGD peptide 

models of glomerular disease (85-8 ajjw ^ TGFB> ^ 

study W . treat humans with glomerulonephntis. 
Schedule ot Proposed Studies: rt nls to ^jy characterize 

a. Year 1 . Conduct cell < *K?-^ B n S™S?n of cell surface 
TGFB's effect on ECM. Daterrrune ""JT *| of growtn 
ECM following exposure to J^ or S ^ a Sc effects on ECM 

b. Tear 4. mb^i" pQ on mesangial can 
condmoned media, biocx i p BI 4Bct Northern 

UlSiW hybridization techniques. "J 7773 
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